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CASE REPORT
Systemic lupus erythematosus (SLE) is a systemic
immunologic disease that is characterized by hy-
peractive autoreactive lymphocytes and inflam-
mation induced by immune complexes. Among
the varied clinical features of SLE, neuropsychi-
atric syndrome is a common and potentially seri-
ous manifestation, occurring in about half of all
patients during the course of the disease.1 Four
neuropsychiatric syndromes of SLE were defined
by the American College of Rheumatology in
1999, and they are anxiety disorder, cognitive
dysfunction, mood disorder, and psychosis.1
However, compared to other psychiatric syn-
dromes, obsessions or compulsions, which are the
key symptoms of obsessive-compulsive disorder
(OCD), are not as commonly mentioned in pre-
vious studies of neuropsychiatric SLE (NPSLE).2,3
Briefly, the clinical features of OCD symptoms
are feelings of subjective compulsion to carry out
some action, dwell on an idea, recall an experi-
ence, or ruminate on an abstract topic. Dispelling
unwanted thoughts or urges may lead to severe
tension accompanied by intense anxiety.4 Reports
suggest that the most common symptoms of OCD
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in SLE are washing, grooming, and checking ritu-
als and/or preoccupation with disease, danger,
and doubt.4
The etiology of OCD is highly heterogeneous
and previous neuroimmunologic studies revealed
positive links between OCD and autoimmune
diseases, especially among children and adoles-
cents.5–9 Since OCD is typically a psychiatric dis-
order and may be more prevalent in autoimmune
disease,3,9 healthcare workers should pay more
attention to this disabling neuropsychiatric man-
ifestation while taking care of SLE patients. We
report here a patient who had typical symptoms
of OCD as a manifestation of NPSLE.
Case Report
A 17-year-old girl with SLE was admitted to a
medical center with the chief complaint of re-
peated doubts and repetitive checking. Her birth
history, including the process of pregnancy and
delivery, had been uneventful. Her early develop-
ment and history were likewise unremarkable.
She was healthy until 4 years ago, when the pa-
tient experienced generalized edema that caused
weight gain, where her body weight went from
45 kg to 58 kg in 3 months. Symptoms of exer-
cise intolerance and dark papules on the whole
body with itching sensation were also observed.
Initial laboratory work-up revealed hematuria,
decreased 24-hour creatine clearance, protein-
uria, hypoalbuminemia, hypocalcemia, anemia,
and low C3 (40.8 mg/dL) and C4 (<10 mg/dL).
A diagnosis of SLE was made according to a pos-
itive test for antinuclear antibodies, at a titer of
1:2560, with a homogeneous pattern and asso-
ciated symptoms, including lupus nephritis and
hypertensive encephalopathy-related seizures.
Other autoantibodies, like anti-ENA, anticardi-
olipin antibody, and antiphospholipid antibody,
were all negative. Computed tomography (CT)
of the head showed multifocal low densities in
bilateral high parietal and posterior frontal lobes.
Reversible posterior leukoencephalopathy was
considered.
For her deteriorating renal function with re-
peated edema in the next 2 years, the patient re-
ceived 11 courses of cyclophosphamide treatment
and three courses of methylprednisolone pulse
therapy. One and a half years ago, she began to
receive regular peritoneal dialysis after an episode
of pericardial effusion. Chronic renal insufficiency-
related anemia was also impressed. Unfortunately,
about 1 year before the present admission, she
experienced two episodes of generalized tonic
seizures with upward gazing and trismus.
After excluding the possibility of infective 
encephalopathy, central nervous system lupus
involvement was confirmed by brain magnetic
resonance imaging, which showed widespread
areas of abnormal high signal intensity in the 
internal capsule and basal ganglia (Figure 1) and
focal lesions in the peripheral parenchyma of the
frontal and parietal areas (Figure 2). Single pho-
ton emission CT also showed decreased perfu-
sion in the left temporal lobe. A fourth course of
methylprednisolone pulse therapy was then given
and epilepsy gradually subsided.
About 1 week before admission, nascent 
obsessive-compulsive symptoms developed
abruptly without identifiable acute stressors. She
had recurrent and intrusive doubts about losing
her belongings, e.g. her ID card, and became
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Figure 1. Axial view on T2-weighted brain magnetic reso-
nance (TR, 5300 ms; TE, 93 ms) shows abnormal high 
signal intensity in the internal capsule and basal ganglia.
tremendously anxious. She tried to suppress the
thoughts by mental efforts of praying and repet-
itive checking but in vain. She recognized the 
irrational nature of these concerns but could not
bring herself to resist the obsession. Furthermore,
she became extremely nervous if she did not check
enough times and even thought that she was
going crazy. She visited the psychiatric outpatient
clinic at a local teaching hospital and OCD was
diagnosed. Fluvoxamine 100 mg/day was pre-
scribed. Admission to our hospital for further
evaluation was arranged 2 days after a psychiatrist
was consulted.
The patient appeared to have clear sensorium
at the initial interview. She and her family mem-
bers had no past history of alcohol abuse, sub-
stance abuse, or any major psychiatric illness.
The patient appeared well on physical and neu-
rologic examinations. After thorough laboratory
investigation, only the erythrocyte sedimenta-
tion rate was found to be significantly elevated
(>130 mm/hr) in the first hour. ANA titer and
C3 and C4 quantitation were within normal lim-
its and there were no signs of infection, although
preventive antibiotics were given for a mild ery-
thematous dialysis wound. According to her state-
ment, she only took fluvoxamine for 1 day. The
obsessive and compulsive symptoms resolved
dramatically on the day of admission without any
antidepressant treatment. As there was no evidence
of ongoing pathology, discharge was arranged
after 4 days of hospitalization, with the impression
of suspected SLE flare-up.
Discussion
The aforementioned case highlights that OCD
symptoms may be the neuropsychiatric manifes-
tation of SLE. About 2–3% of the general popu-
lation is affected by OCD, although the prevalence
rate in Taiwan is relatively low, at only 0.7%.10
However, according to Slattery et al, OCD was
10–15 times more prevalent in patients with SLE
compared to community samples.4 Patients always
recognize the irrationality of their symptoms and
are frequently secretive about their symptoms for
fear of shame and embarrassment. This situation
was articulated by our patient, “With all the prob-
lems I’ve got with my lupus, how could I tell my
doctor that everyday I experienced irresistible
doubt and repetitive checking? He would think 
I was nuts and I did not want another disability
card!” This desire by patients to keep OCD 
private makes it a “hidden epidemic”.11
Patients are often first seen by a family physi-
cian, dermatologist, or practitioner of another
medical subspecialty on the basis of their symp-
tomatology (e.g. chapped skin from repeated
washing or poor nutrition due to fear of food
contamination) that may be misdiagnosed as
primarily medical disorders.12 The diagnosis is
frequently overlooked by the primary physician
and the comorbid major depression and other
anxiety disorders may eventually cloud symptoms
of obsession and compulsion.13
Slattery et al have proposed more studies that
are required to reveal the pathophysiology of
OCD.4 Our case report could offer new support-
ing evidence. From our report, the pathophys-
iology of obsessive-compulsive symptoms in SLE
may correlate with the lesion in the basal ganglia
and hypofunction of the left temporal lobe. These
topographic locations are relevant to contemporary
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Figure 2. Axial view on T2-weighted brain magnetic reso-
nance (TR, 5300 ms; TE, 93 ms) shows focal lesions in the
peripheral parenchyma of the frontal and parietal areas.
hypotheses regarding the pathogenesis of OCD.14
Baxter et al suggested that the cortical-striatal-
thalamic-cortical circuit plays an important role
in OCD pathophysiology.15 Within this neuro-
circuit, the dysfunctional caudate nucleus leads
to disinhibited irrelevant worries that induce 
disproportional attention and trigger repetitive 
behaviors.15
Moreover, OCD has been commonly associ-
ated with basal ganglia-related neurologic dis-
eases such as Sydenham’s chorea and Tourette’s
syndrome.16 Evidence that obsessive-compulsive
symptoms are more frequent in patients with
Sydenham’s chorea, as well as in patients with
rheumatic fever without chorea, is suggestive
that autoimmune mechanisms may be one of
the pathogeneses of OCD.16,17 Chorea and other
involuntary movements observed in NPSLE are
evident in relation to basal ganglia dysfunction.18
In addition, autoimmunity has also been asso-
ciated with many psychiatric disorders.19 Auto-
antibodies against specific brain areas in the
hippocampus and frontal cortex are found in
schizophrenia patients.20 Autoimmune thyroidi-
tis has been reported to be related to the genetic
vulnerability to developing bipolar disorder and
may serve as a potential endophenotype.21 Studies
in autism found elevated levels of autoantibodies
to a serotonin receptor and to myelin basic pro-
tein.22 Hyperproduction of autoantibodies against
serotonin and brain specific antigens was also
demonstrated in alcoholic patients.23
Other pieces of evidence that correlate basal
ganglia abnormalities and neuropsychiatric symp-
toms in SLE are from neuroimaging studies.
Miguel et al discovered that basal ganglia calcifi-
cations were more frequently seen among SLE
patients with moderate to severe psychiatric symp-
toms by examining CT scans.24 Lim and col-
leagues used magnetic resonance spectroscopy to
demonstrate that basal ganglia metabolic distur-
bance seemed to be related to the severity of the
neuropsychiatric symptoms.25 Abreu et al found
that high signal intensity suggesting focal white
matter lesions, infarcts in the cortex, and basal
ganglia lesions are more prevalent in NPSLE.26
But despite evidence of functional and anatomic
correlations, the real mechanism of basal ganglia
dysfunction associated with SLE is still unknown.
Some studies imply the roles of antineuronal and
antiphospholipid antibodies, but their specific
effects on the basal ganglia remain unclear.27,28
Our case report has two main limitations.
First is the 1-year time lag between the onset of
obsessive-compulsive symptoms and neuroimag-
ing data. Second, the duration of the obsessive-
compulsive symptoms was relatively short.
Nevertheless, the clinical presentation and treat-
ment method of obsessive-compulsive symptoms
in SLE have not been well studied owing to the
complexity of the pathogenesis and manifesta-
tion of NPSLE. Our case report serves as a pilot
presentation and further in-depth investigation
is required to explore the mechanism of NPSLE.
In addition to investigating the etiology, qual-
ity of life improvement in patients with SLE is 
always an important issue. Da Costa et al sug-
gested that objective measures of disease activity
might not be sufficient to understand changes in
patients’ physical ability and efforts to improve
functional ability, and required addressing psy-
chosocial factors such as stress and depressed
mood.2 Hanly et al found that neuropsychiatric
manifestations were associated with greater psy-
chologic distress in SLE patients and emphasized
the importance of recognizing the mental health
issues of these patients aside from symptomatic
therapy.27 These all highlight the need to screen
for OCD symptoms among patients with SLE.
Increased awareness, an accepting attitude, and
careful probing for obsessive-compulsive symp-
toms are crucial.3 Simple screening questions 
regarding repetitive behaviors (e.g. checking,
washing, cleaning), bothering thoughts, and any
time-consuming activities are always helpful.
Moreover, health-related quality of life self-
report measurements may also be clinically use-
ful in disclosing psychologic distress, including
obsessive-compulsive symptoms.29
In conclusion, this case suggests a relationship
between OCD and SLE, and basal ganglia abnor-
malities may be the common pathophysiology
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supported by neuroimaging evidence. More effort
is needed to detect hidden psychopathology and
ameliorate psychologic distress among patients
with SLE.
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